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The Non-steroidal antiinflammatory drugs
(NSAIDs) are one of the most widely prescribed drugs,
commonly used for rheumatoid diseases and illnesses
accompanied by pain. However, the use of NSAIDs is
often limited by the gastrointestinal toxicity. The
NSAIDs inhibit cyclooxygenase (COX), which is an
enzyme in the prostaglandin synthetic pathway, thereby
decreasing pain, fever, and inflammation. The likely
reason for toxicity is that gastric cytoprotection result-
ing from prostaglandin is decreased.1 The most com-
mon adverse effects of ibuprofen are gastrointestinal
symptoms, such as nausea, vomiting, abdominal pain,
gastric ulcers, and gastrointestinal bleeding. This is the
report of an unusual case of an esophageal ulcer induced
by ibuprofen tablets.
A 32-year-old woman visited our institute due to
retrosternal pain. She suffered from dysmenorrheal and
took three tablets (0.2 g/tablet) of ibuprofen at one time
without drinking water. About two minutes later she felt
a severe retrosternal burning sensation that lasted for two
minutes, then she felt relief. But she still had retrosternal
burning pain and dysphagia after eating. Prior to this
problem, the patient was in good health and had no
history of gastrointestinal disease or coronary heart dis-
ease. Physical examination results included; bloodresponding author. Fax: +1 919 962 5375.
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.doi.org/10.1016/j.cdtm.2015.11.004pressure 110/70 mmHg, pulse rate 70/min, there was no
conjunctival congestion, rash nor oral ulcer. No partic-
ular findings were observed regarding respiration and
circulation. Laboratory test results; autoantibody (),
ECG (), chest CT (), colonoscopy (). Gastroscopy
found three parallel longitudinal ulcers covered by a
small amount of white coating and clear boundaries
observed in the mid esophagus (Fig. 1A). Narrow Band
Imaging (NBI) showed normal intraepithelial papillary
capillary loops (IPCL) and a pit pattern in the esophageal
ulcers (Fig. 1B). Biopsy specimens obtained from the
margins of the ulcer revealed inflammatory changes
(Fig. 1C). The treatment proposed stopping the oral
administration of ibuprofen and take 20 mg omeprazole
per day. The symptoms disappeared within one week.
After two weeks, symptoms greatly decrease. No ab-
normalities were observed under gastroscopy after three
months, and no similar symptoms were seen again in the
following year. The final diagnosis was concluded as
simple esophageal ulcer.
It has been recognized that both the efficacy and
toxicity of NSAIDs result from their inhibition of COX,
which primarily has two structurally and functionally
distinct isoforms, COX-1 and COX-2. The COX-1 is the
constitutive isoform expressed throughout the body and
plays an important role in gastrointestinal protection
and platelet aggregation. While COX-2 is an inducible
COX that is involved in the inflammatory response.
Strong evidence indicates that COX-2 inhibitors are
associated with significantly lower incidence of
gastrointestinal adverse effects than nonselective
NSAIDs.2,3
Ibuprofen belongs to nonselective NSAIDs, so it
easily induces gastrointestinal harm. Some reports hadElsevier B.V. on behalf of KeAi Communications Co., Ltd. This is an
s.org/licenses/by-nc-nd/4.0/).
Fig. 1. (A) Three parallel longitudinal ulcers covered by a small amount of white coating and clear boundaries observed in the mid esophagus; (B)
Normal intraepithelial papillary capillary loops and a pit pattern in the esophageal ulcers; (C) Inflammatory changes (HE).
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ibuprofen.4,5 Our patient was prescribed omeprazole
once daily for a short-term, and the esophageal ulcer
disappeared. Moreover, there was no recurrence
observed during one year. Given the ulcer characteris-
tics and healing process, the lesion was mainly due to
entrapment of the tablet and/or its mucosal lesion. The
patient had no upper gastrointestinal (GI) symptoms
before taking ibuprofen, and the retrosternal pain
appeared after taking the ibuprofen. The patient was
cured by discontinuing ibuprofen intake, and taking
proton pump inhibitor (PPI). It was considered that the
esophageal ulcer was induced by ibuprofen.
In conclusion, this is a report of an unusual case of
esophageal ulcer induced by ibuprofen tablets. In the
current report, the ulcer was in the esophageal second
physiological narrow, indicating that it may involve the
spasm of the esophagus. In addition, the patient did not
drink water while taking ibuprofen tablets. The best
approach to management is to remove or reduce expo-
sure to NSAIDs whenever possible. The newer NSAIDs
(cyclo-oxygenase [COX]-2-selective inhibitors) have a
much lower risk of inducing endoscopic ulcers and
minimal platelet effects, which are likely to translate
into lower risk of GI complications.
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